reports of more than 300 cases, and there have been many further cases reported since. Most reports comment on the bleeding tendency associated with Gaucher's disease, attributing this to thrombocytopenia, but make the point that it is rare for major haemorrhage to occur (Reich, Seife, and Kessler, i95i; Strickland, I958) . Brill, Mandlebaum, and Libman (i905) and Welt, Rosenthal, and Oppenheimer (I929) , each record a case of bloody effusion in the pericardial space in Gaucher's disease. Rosen- feld and Epstein (I96I) describe a case of Gaucher's disease with haemorrhagic pericardial effusion but in which carcinoma cells were found on examination of the aspirated pericardial fluid. Roberts and Fredrickson (I967) have had adult Gaucher's disease since I948 when he was investigated at the Middlesex Hospital, and had been troubled by various complications of this disease for some years -recurrent splenic pain, recurrent epistaxes and melaena, and aseptic necrosis of his left femoral head requiring operative treatment. He had been treated for pulmonary tuberculosis in I935 and again in 1958-59, and had been observed regularly thereafter at a chest clinic (Fig. I) .
Six weeks before his admission on this occasion he had noticed aching pain in the left side of his chest radiating to the right shoulder; the pain was persistent and disturbed his sleep. He became increasingly breathless on exertion. He had a paroxysmal cough, bouts of which made him feel faint. Because of these symptoms he was seen at the chest clinic, from whence he was admitted to Sully Hospital in June I962.
Examination The patient had the typical pigmentation, pingueculae, hepatosplenomegaly, and other stigmata of Gaucher's disease. The jugular venous pulse was raised, the pulse wave was paradoxical in type. Cardiac dullness was increased and there was a protodiastolic triple rhythm on auscultation.
Investigations Chest x-ray showed gross cardiomegaly, suggesting pericardial effusion, and a small tuberculoma in the apical segment of the right upper lobe (Fig. 2) . The electrocardiogram suggested pericarditis. Cardiac catheterization confirmed a large pericardial effusion (Fig. 3) Treatment and progress Aspiration of the pericardial effusion was carried out on several occasions, the total amount of fluid aspirated being 2-75 litres. The fluid aspirated was heavily blood stained though not with fresh blood and was not coagulating. The haemoglobin concentration of the first sample of fluid was 4-45 g./Ioo ml. At subsequent aspirations the haemoglobin concentration became progressively lower (Fig. 4) . No organisms, including acid-fast bacilli, were cultured from the fluid, and no abnormal cells were identified, normal blood cells only being found. Immediate symptomatic relief occurred after aspiration of the pericardial effusion. The signs of cardiac tamponade disappeared and the heart size and shape returned to normal. When investigations were completed the patient was discharged well.
He has since been followed up as an outpatient and has shown no clinical or radiological evidence of further pericardial disease (Fig. 5 ).
Discussion
Purpuric manifestations are among the commonest physical findings in cases of Gaucher's disease. These result from a reduction of platelets as part of the pancytopenia associated   FIG. 4   FIG, 5 group.bmj.com on June 16, 2017 -Published by http://heart.bmj.com/ Downloaded from with hypersplenism. The basic fault appears to be megakaryocytic arrest rather than myelophthisis (Davis, Genecin, and Smith, I949 patient who developed an enormous haemorrhagic pericardial effusion in whom they obtained a dramatic symptomatic result by aspirating i,8oo ml. bloody fluid from the pericardial sac. Roberts and Fredrickson (I967) describe a patient in whom aspiration of the pericardium before death yielded I50 ml. blood. At necropsy 6oo ml. blood was found in the pericardium, there being 'raging diffuse haemorrhagic pericarditis' present.
Haemorrhagic pericardial effusion has a variety of causes (Williams and Soutter, I954;  McKusick and Harvey, I955; Wolff and Grunfeld, I963) . In a recent analysis of 105 cases of non-traumatic haemopericardium, Barbour, Hirst, and Johns (I96I) found that 6o per cent were associated with acute myocardial infarction (some of these patients were receiving anticoagulants), aneurysms of the aorta accounted for 33 per cent (86% of these having dissecting aneurysms), 4 were due to metastatic carcinoma, and 3 to blood dyscrasias. Other causes include tuberculosis, rheumatic fever, uraemia, primary heart tumours, penetrating and non-penetrating chest injuries, post-operative, rheumatoid arthritis, disseminated lupus erythematosis, diagnostic procedures, and acute, benign, non-specific pericarditis. Davis (1957) points out that pericardial effusions over 300 ml. in volume are likely to prove fatal. However, Barbour et al. (I96I) suggest that gradual accumulations of blood in the pericardial sac are likely to permit longer survival. They comment that gradual accumulation of fluid is frequent in cases due to blood dyscrasias and coagulation defects.
Recent reviews of pericarditis all mention the occurrence of bloody pericardial effusions in blood dyscrasias, but only one of these (Wolff and Grunfeld, I963) 
